LETTER TO EDITOR CUTANEOUS MARKERS IN OCHRONOSIS
Sir, A 40-year-old woman presented with low backache of five-year duration with pain in the knee, shoulder and ankle joints on both sides. On examination she was found to have thickened ear lobule with restricted mobility of pinna [ Figure 1 ]. There was black pigmentation in the palmar aspect of the right index finger [ Figure 2 ]. She also had hyperpigmented plaques with adherent scales in the left palm which was most obvious in the little finger [ Figure 3 ]. Plain radiograph of the lumbar spine showed intervertebral disc calcification [ Figure  4 ]. Her urine sample collected in the outpatient turned black on standing for about 12 h. She was diagnosed to have ochronosis and was positive for urine HPLC (high profile liquid the skin, sclera, and ears. The chemical characteristics of this pigment resemble melanin and it is presumed to be a polymer derived from HGC. When the urine of affected persons is allowed to stand, the HGC is oxidized to a melanin-like product, which causes the urine to gradually turn black. [1] This pigment has an affinity to cartilage and connective tissues which in turn destroys the auricular cartilage and produces degeneration of the tendons. Although the patients are asymptomatic, they develop signs of arthritis and tendon rupture in middle age. There are three stages in the pathogenesis of ochronosis.
[1] Stage 1 is mainly alkaptonuria presenting as increased excretion of HGC in urine. Stage 2 is ochronosis characterized by deposition of HGC in connective tissue and cartilage. Stage 3 is spondyloarthropathy involving the axial and appendicular skeleton. In our experience the commonest joint to be involved is the knee joint, next only to the spine. Occasionally, the shoulder and hip may also develop secondary osteoarthritis. The tendoachilles undergoes degenerative rupture which may be the only presenting symptom.
In the ear the cartilage appears thickened with slate blue or grey discoloration leading to restricted mobility of the pinna. Occasionally, these patients will show pigmentation on the palmar and plantar surfaces which appear as a coal black-like "tattoo" mark, coined as palmoplantar pigmentation. [2, 3] These may be associated pitting and hyperpigmented plaques with adherent scales. More commonly patients also show subcutaneous nodules in the region of the popliteal fossa or achilles tendon. History of drug ingestion is mandatory in patients with palmoplantar pigmentation since minocycline-induced pigmentation is a well known entity masquerading as alkaptonuria.
[4] Rarely, an intramuscular injection of quinine can lead to bluish black pigmentation in the buttocks resulting in exogenous ochronosis.
[5] In conclusion one should keep in mind the possibility of ochronosis when a patient presents with low backache, joint pains (spondyloarthropathy) and cutaneous signs as described above. PaCO 2 27.6 mmHg and PaO 2 87.2 mmHg. A chest radiograph showed a small left pleural effusion. Thoracocentesis was performed and thick, foul smelling, cloudy yellowish pus aspirated and sent for bacterial culture along with a blood sample. The patient was administered parenteral antibiotics (ceftriaxone, amikacin and vancomycin) and was also started on parenteral insulin for control of the blood sugar level. However, the chest pain and breathlessness worsened over the next 12 hours. A computed tomograph (CT) scan revealed a well-defined sharply marginated collection in the left hemithorax with thickened smooth walls and loculated effusion (155×139× 84 mm).
A diagnosis of left-sided pleural empyema was made and two chest tubes were inserted. Culture of the pus aspirate revealed pure growth of Group A beta-hemolytic streptococci (Streptococcus pyogenes). Blood culture was sterile. In a standard antimicrobial disc diffusion test, the organism was sensitive to ampicillin, ciprofloxacin, erythromycin and vancomycin. Thereafter, antimicrobial therapy with ampicillin was started and tube drainage continued. The patient improved gradually, his pleuritic pain subsided, pleural effusion resolved gradually and he was discharged on the thirteenth hospital day with advice of regular follow-up at the hospital.
Pleural empyema due to Group A betahemolytic streptococci (GABHS) is uncommon in the antibiotic era with cases described primarily in children and neonates. [1, 2] Group A streptococcal empyema in adults has not been widely reported except for some reviews and case reports from the West. [3, 4] We reviewed
PLEURAL EMPYEMA DUE TO GROUP A BETA-HEMOLYTIC STREPTOCOCCI IN AN ADULT
Sir, A 66-year-old non-smoker, non-alcoholic male presented with left-sided pleuritic chest pain, dyspnea on climbing stairs and mild fever of 15 days duration. On examination, he had a blood pressure of 120/70 mmHg, pulse rate of 82/min, respiratory rate of 18/min and temperature of 37.2°C. Chest examination showed decreased breath sounds with dullness to percussion over the left lower chest and moderate tenderness on palpation of the left upper quadrant.
Laboratory studies revealed a total leucocyte count of 12.5× 10 3 /µl (72% polymorphs, 26% lymphocytes, 2% eosinophils), hematocrit 38.4% and hemoglobin level of 14.1 g/dl. Notable laboratory findings were a fasting blood sugar level of 353 mg/dl with presence of ketones and sugars in the urine. An arterial blood gas analysis showed a pH of 7.37,
